. The patient was treated conservatively but the obstruction persisted.
Operation (27.1.63, Professor Harold Ellis) confirmed the diagnosis of duodenal ileus. The site of apparent obstruction was at the level of the superior mesenteric artery, which was presumably responsible. There was no other abnormality in the abdomen. Duodenojejunostomy was performed between the distended third part of the duodenum and the first loop of the jejunum. Biopsy of the duodenum showed a normal autonomic nervous plexus. Post-operatively the stoma apparently failed to function and a second laparotomy was performed on 5.2.63. The stoma was found to be normal and a Ryle's. tube was manipulated down the cesophagus through the stomach, duodenum and stoma into the jejunum for feeding. The stomach was aspirated via a second Ryle's tube. Three days later the stomach began to empty and convalescence was uneventful.
Discussion
Duodenal ileus was more commonly diagnosed at the turn of the century when Finney (1906) and Stavely (1908) gave the first adequate descriptions of the disease. Wilkie (1921) published an account of 130 patients with this condition, many complicating surgery of the abdomen.
Patients with this condition are usually female, of slight build, and in the age group 20-40 years. Symptoms often date from infancy but this patient's first symptoms were noted at 14 years. In 30% of cases there is an association with peptic ulceration. The cause of the condition remains obscure. Rokitansky suggested in 1849 that it was produced by mechanical constriction of the third part of the duodenum by the superior mesenteric artery. In some cases the duodenum has an aganglionic segment as seen in Hirschsprung's disease, but the autonomic innervation was normal in the patient described.
Acquired Hypogammaglobulin2mia
Complicated by Reticulosarcoma
Miss E H, aged 45 years History: The diagnosis of primary acquired hypogammaglobulinemia was made six years ago as a result of the demonstration of a serum y-globulin level of 0 05 g/100 ml. She had had recurrent skin and chest infections for six years. There was no evidence of reticuloendothelial, hepatic or renal disease, and immunological insufficiency was demonstrated by the failure of Schick conversion and the presence of abnormally small amounts of blood group agglutinins. Splenic enlargement2 cm below the costal margin appeared four years ago and at first did not progress. Weekly injections of y-globulin (Medical Research Council trial) were started three years ago and have satisfactorily prevented infections. Gross recent and progressive splenomegaly caused her reinvestigation.
On examination: Clubbing of the fingers. Supraclavicular, axillary and inguinal lymph nodes slightly enlarged, discrete, firm and mobile. Slight bilateral parotid enlargement. Liver palpable 3 cm below the costal margin, smooth and firm. Spleen palpable 8 cm. Chest normal apart from bilateral basal rales.
Investigations: Hb 72%, other indices normal. WBC 4,000, normal differential. Platelets 124,000/ c.mm. ESR 11 mm/h (Westergren). Serum proteins: Total 6 5 g/100 ml. Electrophoresisdiminished yglobulin. Chest X-ray: Bilateral ill-defined opacities in upper and middle zones, extensive ill-defined opacities in both lower zones, Kerley A and B lines (Fig 1) . Barium meal, enema and IVP showed displacement of stomach, splenic flexure and left kidney by a mass in the region of the spleen. Inguinal lymph-node biopsy showed in one area loss of normal pattern, diffuse proliferation of reticulum cells with numerous mitoses and sparse reticulin fibres, strongly suggestive of reticulosarcoma (Fig 2) . Treatment andprogress: Marked reduction in the size of the spleen and considerable clearing of chest X-ray opacities have occurred after six weeks' treatment with oral cyclophosphamide 50 mg t.d.s. (Fig 3) .
Comment
In primary acquired hypogammaglobulinamia, accompanied by lymph-node and splenic enlarge-'ment, three main histological patterns are found in the enlarged lymphoid organs: (1) Absence of germinal centres. (2) Follicular hyperplasia (Firkin & Blackburn 1958). (3) Gross reticulum cell hyperplasia (Citron 1957 , Martin 1962 . In some cases granulomatous lesions resembling sarcoidosis have also been described and in others histological appearances have been extremely difficult to distinguish from malignant lymphomata, especially giant follicular lymphoblastoma (Brem & Morton 1955) . In all histological varieties plasma cells are scanty or absent. The occurrence ofhypogammaglobulinxemia in pre-existing malig-nant lymphomata is well recognized and Firkin & Blackburn (1958) 
Clinical diagnosis (confirmed by angiography):
A fistulous aneurysm of the internal carotid artery within the cavernous sinus.
It is proposed to carry out ligation of the right common carotid artery following the usual precautions and later, if pulsation returns in the neck, to perform ligation of the internal carotid artery. Investigations: Hb 82%. Electrolytes: no gross abnormality. X-ray of abdomen: no fluid levels.
Strangulated Femoral Hernia
A clinical diagnosis of strangulated femoral hernia was made.
Operation (4.4.63): (1) Repair of right femoral hernia using low approach. The only content of the hernial sac was a turgid, red appendix. The strangulation was caused by the tight neck of the hernial sac. This required digital dilatation to free the appendix. As the cecum could not be brought down the appendix was pushed back into the peritoneal cavity, the sac excised and the hernia repaired with nylon sutures.
(2) Routine appendicectomy, using grid-iron approach; on exploration of the peritoneal cavity a large mass was felt round the sigmoid colon and fecal matter found free in the pelvis.
(3) Left Rutherford Morison incision revealed perforated sigmoid diverticulitis with f=cal peritonitis. Procedure: Exteriorization of the sigmoid colon without resection owing to the poor general condition. Two days later diathermy excision of the affected bowel was carried out, followed in two months by closure of the colostomy and restoration of bowel continuity.
Comment
The subject of appendix in a hernial sac is not only of clinical but also of historical interest in that the first successful appendicectomy was performed by Claudius Amyand at St George's Hospital, London, in 1735, when he removed an acute perforated appendix from a right inguinal hernia in a boy aged 11 (Rose 1954). Femoral hernia appendicitis was recorded in 1731 by De Garengot (Garland 1955). Since that time in a period of 232 years only 233 cases of appendix in a femoral hernia have been reported (Kia-Nouri 1962). The incidence of appendices in femoral hernial sacs varies in different reports (Table 1) .
